Repeated admission to hospital with unexplained pancreatitis will prompt close questioning on alcohol consumption. In a teetotal patient, this can be particularly disagreeable.
CASE HISTORY
A woman aged 54 had in the past 4 years experienced several episodes of acute pancreatitis, two of them requiring admission to the intensive therapy unit. Endoscopic retrograde cholangiopancreatography showed biliary sludge but no gallstones. Eventually she had undergone cholecystectomy. A teetotaller, she objected to the repeated inquisitions about her alcohol intake. She had never been asked about her family history.
Her sister had lost three children to cystic fibrosis (CF) at young ages. In her parents' generation there had been two childhood deaths from 'pneumonia'. Her three children and four grandchildren are all well. The patient was born at term and her motor development was normal, but deafness until age 7 resulted in speech delay. At this age a surgical procedure (probably the insertion of grommets) restored her hearing to normal. She had also suffered badly from sinusitis since she was a child, and had a chronic productive cough. Urinary frequency and dribbling predated her pregnancies.
Suspecting that the pancreatitis might be linked with the family history of CF, her general practitioner referred her for genetic assessment and, at her request, her DNA was analysed for mutations in the CF transmembrane conductance regulator (CFTR). She was found to be a compound heterozygote, with one DF508 mutation and one R117H mutation. Subsequent investigation by an adult CF specialist included sweat chloride measurement, which was normal.
COMMENT
The principal causes of recurrent pancreatitis are gallstones and alcohol, with the 'small print' including autoimmune disease, hypertriglyceridaemia, hyperparathyroidism, tumours, trauma, infections, drugs, parasitic infiltrations, scorpion bites and cystic fibrosis. 1 In some series nearly a third of cases are classed as 'idiopathic'.
CF is a common disorder, inherited in an autosomal recessive manner, in which the defective protein is CFTR. This is a cAMP regulated chloride channel with multiple functions in epithelial cells. The CFTR gene is located on chromosome 7q31, and the most common mutation found in northern Europeans is DF508, which causes a severe phenotype when present in both copies of the gene. Over a thousand mutations in the CFTR gene have been found so far, and they can be divided into 'mild' and 'severe' on the basis of clinical phenotype. 2 Examples of severe mutations are R553X, DF508 and G551D. Mild mutations include R117H and R347P.
The CF Genotype-Phenotype Consortium Study indicated that patients such as ours, with DF508/R117H mutations, tended to be older than others and pancreatic-sufficient when first diagnosed as having CF. 3 Other genes involved in the pathogenesis of chronic pancreatitis include serine protease 1 and a trypsin inactivator Kazal type 1. 4 The exact pathogenic mechanism driven by mutations in CFTR, PRSS1 and SPINK 1 is poorly understood.
In the present case it was the recurrent acute pancreatitis that caused the general practitioner to consider the family history of CF. In fact the patient had several other recognized features-sinusitis and urinary frequency and dribbling. 5 She was relieved at having the CF diagnosis-not least because, if her pancreatitis recurs, she will no longer have to cope with the stigmatizing suggestion that she is a covert abuser of alcohol.
J O U R N A L O F T H E R O Y A L S O C I E T Y O F M E D I C I N E
V o l u m e 9 7 F e b r u a r y 2 0 0 4 We report an unusual cause of profuse rectal bleeding in a child from an Indian rural community.
CASE HISTORY
A girl of 4 was admitted five hours after the sudden onset of profuse painless rectal bleeding. The blood was dark red and not mixed with stool. There had been no systemic illness or trauma, and there was no history of a bleeding diathesis in the patient or her family. She was resuscitated with intravenous fluids, plasma volume expanders and two units of blood. Nothing abnormal was found on rectal examination, and on rigid sigmoidoscopy the blood was seen to be coming from higher up. The haemoglobin was then 7 g/dL; the coagulation profile was normal and abdominal ultrasonography showed no abnormality. The cause remained obscure, and a colonoscopic examination was planned. The next morning, however, she passed a leech per anum, 5 cm in length and fully engorged with blood. Multiple saline enemas were then given to dislodge other leeches, though none emerged. Over the next 24 h the bleeding gradually decreased, and she recovered fully within four days. On colonoscopy after passage of the leech, no active bleeding site was seen. After counselling of the parents, the child was discharged with haematinics.
COMMENT
Leeches are ectoparasites belonging to the phylum Annelida and class Hirudinea. They attach to the host body and suck blood, aided by various substances in their saliva that inhibit coagulation and platelet aggregation. Land leeches have powerful jaws and attach to skin; aquatic leeches have weak jaws and can only attach to soft tissues. 1 Sites of leech infestation include vagina, pharynx, respiratory tract and bladder. [2] [3] [4] Rectal infestation is rare. 5 In the hills of North Bengal, India, the leech population increases drastically in the monsoon months. It is common practice among both young and old in the villages to go to the fields for defaecation, and the squatting posture can allow the parasites to enter the rectum or vagina. When a suggestive history is absent and the parasite is not seen, the cause of rectal bleeding is almost impossible to determine. In suspected cases, saline enemas may dislodge the parasites. As regards treatment, there is one report in which a bleeding site was seen at colonoscopy and dealt with by electrocoagulation. 5 However, as in our patient, conservative therapy can suffice. 6 
